The aetiology and pathogenesis of cerebral arterial aneurysms, particularly of the berry type, have been the subject for much study and speculation. The bulk of this work up to 1952 was reviewed and summarized in Hamby's (1952) monograph on intracranial aneurysms and will not be reiterated here. No more specific information seems to have developed subsequently. A fair summary of majority opinion on the subject appears to be that these lesions develop on the basis of some congenital peculiarity in the vessel walls, either of Forbus (1930) or Bremer (1943) type, influenced by variable, vaguely understood, post-natal circulatory changes.
The importance of there being several of these aneurysms present has become recognized and most surgeons now consider it important to perform bilateral angiograms in studying a case of subarachnoid haemorrhage. A number of instances have been reported of patients having subsequent bouts of haemorrhage from aneurysms contralateral to the one treated originally. Earlier, the contralateral vessels might not have been visualized and it was presumed that the second aneurysm was present, but silent, at the time of the first investigation. If the original aneurysm was treated by proximal carotid ligation, alterations in contralateral blood flow might conceivably have set the stage for later haemorrhage from the second one.
As (Fig. 2) . On the evening of the angiogram, left hemiparesis was noted, greater in the arm than in the leg. Speech was slurred and the patient was incontinent. A recurrent haemorrhage and perhaps an intracerebral clot were suspected; lumbar puncture was repeated and xanthochromic cerebrospinal fluid was found to be under 490 mm. of pressure. On 24 February the patient still complained of intense headache and her neck was stiff. No spontaneous left extremity movement was evident, though gross movement occurred on painful stimulation. Papilloedema increased and Babinski's sign was positive on the left side.
On 25 February, through a right frontal craniotomy, the aneurysm was exposed, clipped from the parent trunk, and the major portion of it excised. That evening the left hemiparesis was more pronounced and the patient was quite drowsy. On 3 March she responded well, was emotionally labile, and had a left hemiparesis. On 7 March the patient was alert and followed commands, but showed no spontaneity. Two days later she was confused, irrational, and paid little attention to request or suggestion. Although she said she was able to 'feel' her left hand, she seemed to ignore it. On 10 March repeat carotid angiography showed good middle cerebral vessels and absence of the aneurysm. The patient was discharged on 11 March with a spastic hemiparesis, somewhat improved. (Fig. 3) (Fig. 4, A , B, C) a saccular aneurysm, larger than that demonstrated three years before on the right side, was seen arising from the bifurcation of the left middle cerebral artery. The anterior cerebral artery was shifted to the right. The middle cerebral artery was displaced upward and medially in the temporal fossa and its peripheral branches were separated from the skull in the parietal area. The appearance was that of a left middle cerebral artery aneurysm, with associated intracerebral and Sylvian fissure clot and subdural haematoma.
The patient was operated upon immediately through a left fronto-temporal craniotomy. Haematoma was evacuated from the subdural space, the Sylvian fissure, and the left temporal lobe. The neck of the aneurysm was occluded with clips.
On the first post-operative day, the patient's attitude suggested the decerebrate state. She was treated thereafter with hypothermia, nasogastric feeding, and antibiotics. On The cause of the second aneurysm in this case is obscure. Pre-and post-operative angiograms at the first episode showed no gross contralateral one. It is unlikely that an aneurysm as large as this was present at the time of the first haemorrhage and escaped visualization on angiograms made two weeks apart.
According to Bremer's concept (1943) , microscopic vessels may persist as remnants of the embryonic capillary net. These are not necessarily blind end arteries; they may be vasa vasorum or supply the meninges. Bremer was under the impression that these might arise in an arterial wall, and persist there, potentially open. If inflow into them expanded the lumen, an aneurysm could develop. The lesion in our case may have been of this nature; or perhaps the lesion was very small and obscured on the angiograms by surrounding vessels, to enlarge later as suggested. Haemodynamics should not have been altered by occlusion of the original aneurysm to affect significantly the site of the second, as might have been postulated had the original lesion been treated by proximal ligation. It is more reasonable to assume that a structural defect of some type was primarily the 'anlage' for aneurysmal development, the physical characters of blood flow and blood pressure being secondary factors in the development of this lesion.
SUMMARY
A case is presented of a second, contralateral aneurysm developing in an adult on a middle cerebral artery previously normal on angiograms. Delusions of security after cure of a single demonstrable aneurysm must be abandoned. Possible mechanisms of the development of such lesions are discussed.
